Suicide Bombing Attacks: Can External Signs Predict Internal
Injuries?
To the Editor:
I read with great interest the article by Almogy et al 1 in the April issue of Annals of Surgery.
The authors suggest a novel scoring system as a predictor of intra-abdominal injury following a suicide bombing attack. Their idea is original and may contribute to the correct triage and timely treatment of these patients. However, I note two possible problems with this system and with their conclusions.
First, this new "predictor" system takes into consideration the number of injured areas, mainly by penetrating objects. Analyzing their own data, they could not find any patient whose injury was caused by the blast effect, and all of them were injured by penetrating shrapnel. This observation contradicts previous experience by the same institution and others where abdominal blast injuries contributed to a small but important portion of severe injuries. Treating several patients from the last suicide attack in Tel Aviv 1 month ago, we had 2 patients who suffered intra-abdominal blast injuries caused by the blast effect and not by penetrating objects. Thus, relying on the "predictor" system and on the authors' experience may be dangerous and may lead to delay in the diagnosis and timely treatment of these injuries.
Second, I think that the authors misinterpreted the results and conclusions of Einav et al 2 published in Annals of Surgery 2 years ago. The results of Einav et al clearly show that, even in large urban areas, less than half of the urgent casualties were evacuated to a trauma center. Thus, they raise once again the concept of the "evacuation hospital" for primary resuscitation and stabilization. In addition Einav et al clearly state that in their opinion these patients should be evacuated to a nearby, well-prepared, and well-equipped hospital. Therefore, the Almogy et al conclu-sions and recommendations about field triage and evacuation to a level 1 trauma center may be wrong and potentially dangerous.
Michael Muggia-Sullam, MD W e read the article by Smith et al published in a recent issue of Annals of Surgery 1 with great enthusiasm, and we do agree with most of their statements. However, regarding their opinion on the connection between GERD and myotomy for achalasia, we would like to make some comments. "We do not consider GERD and its complications a failure of surgical myotomy. Indeed, we consider this a consequence of a successful myotomy . . .," Smith et al claim.
Data published in the literature on functional esophageal diseases support the idea that GERD itself can be the causative factor for achalasia. Transient LES relaxations were detected in achalasia, 24-hour pH-metry proved significant length of time under pH 3 in the esophagus, and biochemical examinations on LES muscle specimens from GERD patients revealed muscle hypertrophy. [2] [3] [4] Coexistence of achalasia and Barrett esophagus with adenocarcinoma has been described. 5 The frequency of reflux-induced achalasia among all achalasia patients is considered to be around 6% to 11%. 6 These values equal the frequency of reflux detected as a complication after Heller's myotomy or after dilation treatment of achalasia. One can assume that those patients who developed achalasia as a consequence of longstanding reflux disease will be susceptible to develop postoperative or postdilatation reflux. Development of achalasia in these patients can be considered as a protective reaction of the esophagus against reflux. We have reported on 2 cases like this recently. 7 So, reflux after Heller's myotomy does not happen as a random fate, but it can be predicted. There are 3 factors that predict reflux as a likely complication after myotomy. First, if there is longstanding reflux in the history before a patient developed dysphagia, and reflux symptoms diminish after dysphagia developed. Another suspicious factor is a hiatal hernia accompanying achalasia. And third is an abnormal pH-metry, showing acid reflux. Twenty-four-hour pH-metry may be performed in all cases, but in the above cases it can prove especially useful.
The setpoint for abnormal pH should be changed to pH 3 instead of pH 4 during 24-hour pH-metry for achalasia patients, so as to exclude artifacts from acidic fermentation in the esophageal lumen.
If preoperative examinations produce a strong suspicion of achalasia, which developed on the basis of reflux disease, dilatation treatment should be avoided and Heller's myotomy should be considered to be followed by a proper 360°fundoplication, as anterior hemifundoplication does not protect fully against reflux. In a recent study, it was demonstrated that a total fundoplication is not an obstacle to esophageal emptying after Heller's myotomy. 8 Örs Péter Horváth, DSc Katalin Kalmár, MD Gábor Varga, MD
